Abstract
Introduction
Patients undergoing spinal surgery may rarely experience postoperative visual loss. 1 The etiological factors related to these lesions have been described mostly as organic, with objective identification of injury through clinical examination and imaging tests. 2---6 However, there are situations in which the identification of an organic cause for the visual loss is not possible. 7 In these situations, the deficit is described as being ''functional''. This term is intended to combine the following conditions: conversion disorder (somatoform), factitious and simulation disorder. 7, 8 Compared with factitious and simulation disorders, the conversion disorder symptoms are unintentional. However, often this distinction is difficult, requiring the experienced psychiatric staff expertise.
This report aims to draw attention to the inclusion of visual loss from conversion disorder as rare differential diagnosis in cases of postoperative visual loss. In such cases, the presence of a high level of suspicion in addition to neuroophthalmological examination able to exclude the presence of positive signs for organ damage is critical for early diagnosis and treatment.
Case report
Male patient, 39 years, 71 kg, 1.72 m, presenting with history of radiculopathy and persistent motor deficit in the left lower limb, was admitted for fusion and discectomy at both levels L4---L5 and L5---S1.
In the pre-anesthetic evaluation, he had no comorbidities, allergies or previous surgeries. The patient denied continued use of medication, and laboratory tests were normal. Magnetic resonance imaging (MRI) showed extrusive foraminal herniation to the left at L4---L5 and L5---S1.
After venous puncture with extracath 16G and monitoring with cardioscope (DII and V5), pulse oximetry, neuromuscular blocking monitor, and noninvasive pressure, induction of anesthesia was performed with remifentanil (0.5 mcg.kg −1 .min −1 ), lidocaine 2% without vasoconstrictor (2 mL), propofol (4 mcg.mL −1 ), and rocuronium (50 mg). Endotracheal intubation by direct laryngoscopy with 8.0 mm uncuffed tube. Maintained in total intravenous anesthesia with target controlled propofol (2---2.5 mcg.mL −1 ) and remifentanil (0.05---0.5 mcg.kg −1 .min −1 ). Additional monitoring included capnography and catheterization after anesthesia induction.
The patient was placed in the prone position on Wilson's support with face resting on mop without direct compression of the ocular globes, with periodic review of the position throughout the surgery.
During pedicle fixation and laminectomy, a large quantity of bleeding was seen. Fluid replacement was initiated with crystalloids associated with infusion of aminocaproic acid (5 g for 1 h followed by 1 g.h −1 ) until the end of surgery. The patient progressed with hemorrhagic hypovolemic shock (heart rate 150 bpm and blood pressure 60 × 40 mmHg). With the administration of crystalloids (8500 mL), two units of packed red blood cells, and infusion of noradrenaline (0.1---0.3 mcg.kg −1 .min −1 ) there was resolution of symptoms after 30 min. Surgical procedure of 6 h duration and total blood loss estimated at 2000 mL. Satisfactory hemostasis was obtained at the end of surgery. Central venous access and invasive blood pressure were made only after the procedure due to the prone position during the intraoperative period.
The patient was taken to the intensive care unit (ICU) intubated and receiving norepinephrine (0.1 mcg.kg −1 .min −1 ). In the immediate postoperative period, he required additional fluid replacement with crystalloids (1000 mL), one packed red blood cells, and maintenance of low-dose norepinephrine. Laboratory tests revealed hypokalemia and hypocalcemia, which were properly corrected. At the end of the first postoperative day, the patient was stable, without vasoactive drug support, and was successfully extubated. As part of the strategy for multimodal analgesia, oral pregabalin (75 mg 12/12 h) and intravenous morphine (10 mg 4/4 h) were initiated.
On the second postoperative day, he showed a slight mental confusion and loss of strength in the upper and left lower limbs. We ordered neurological monitoring and a brain MRI, which showed no anatomical changes that could justify the symptoms. We opted for the suspension of pregabalin and morphine for possible association with cognitive impairment.
On the third day after surgery he had persistent mental confusion, motor weakness and mild anterograde amnesia, complaining of complete visual impairment. Ophthalmological examination denied perception of visual stimuli in both eyes, with ectoscopy, duction, convergence, and retinal mapping unchanged; pupils with photomotor reflection unchanged. Brain magnetic resonance angiography and carotid Doppler showed no changes suggestive of organ damage. Monitoring and physical therapy were started to help motor recovery.
The patient was discharged from the ICU at the end of the third postoperative day with laboratory parameters within normal limits and without significant pain complaints (1---2 in the visual numerical scale). On the fourth postoperative day he evolved with insomnia, agitation, emotional lability (tearful and anxious), hospital discharge desire, language disorder (''humming'' and ''infantile'' speech), motor deficits maintenance, and persistence total visual deficit.
Behavioral inconsistencies were observed, such as inability to resist the passive movement of limbs, but able to stand and walk with assistance, follow people with eyes, and identify colors of objects. Subjected to psychiatric evaluation, which suggested the hypothesis of visual loss from conversion disorder, he started taken haloperidol (0.5 mg 12/12 h) and escitalopram (5 mg.day −1 ) after family and patient counseling, who did not adhere to the psychotherapy indicated by the team as part of multimodal treatment.
The next day, he achieved full recovery of visual acuity, maintaining intermittent episodes of anxiety and psychomotor agitation (specially at night) along the fifth and sixth postoperative day; so, diazepam (5 mg at night) was added.
He remained hospitalized until the twelfth postoperative day, with gradual recovery of other conversion symptoms. At discharge, the symptoms were restricted to only a mild motor deficit and paresthesia of left lower limb restricted to L4---S1 dermatomes, symptoms reported preoperatively. The patient underwent outpatient monitoring with psychiatry, physiotherapy and surgical team. He remained on continuous use of escitalopram (5 mg.day −1 ). After 60 days of outpatient follow-up, he had no visual, cognitive or motor deficit.
Discussion
Visual loss has been described as a postoperative complication of various surgical procedures, usually with limited recovery. 9, 10 However, its occurrence is rare, with reported incidence of up to 0.2% after spinal surgery. 8 Probably due to the incomplete knowledge of its etiology, is not always possible to unequivocally identify a causative factor. 11, 12 However, the main organic conditions involved in its pathogenesis are: retinal ischemia, 2, 3 anterior and posterior ischemic optic neuropathy, 4, 5 and cortical blindness. 6 Visual deficit may be unilateral or bilateral, have varying degrees of severity, and affect indiscriminately both sexes. The main risk factors identified are prolonged surgeries, anemia, hypotension, hypoxia, atherosclerosis, fluid overload, and direct ocular compression. 13, 14 Some medications used perioperatively, such as anticonvulsants and opioids, may lead to visual disturbances. However, in such cases, improvement tends to occur with these drugs discontinuation. 15 Although this patient had risk factors for organic visual loss (bleeding with hypotension, prolonged surgery, and large volume replacement), 13, 14 it was not possible to identify tissue injury in his ophthalmological examination, laboratory tests or imaging. It is noteworthy that some of these changes require days to weeks to be expressed. However, certain aspects of this patient's clinical picture (emotional lability, language impairment, motor weakness unrelated to the surgical level, and vision loss with incongruent particularities) called attention to the hypothesis of conversion syndrome.
The conversion syndrome is characterized by neurological symptoms with no correlation with neurological disease, but it causes discomfort or functional damage to the patient. 16 Patients who are young, female, and with low socioeconomic status are the most susceptible; the estimated incidence in the general population is between 4---12/100,000. 17 Depression, anxiety, and interpersonal conflicts frequently worsen the symptoms, which may include non-epileptic seizures, weakness, paralysis, movement disorders, language disorders, cognitive and sensory symptoms. 18 Among the sensory symptoms, visual loss from conversion disorder is relatively common and may include visual blurring, diplopia, nystagmus, visual field defects, and complete visual loss. 8, 18, 19 The diagnosis of visual loss from conversion disorder must be corroborated by ophthalmological examination that demonstrates unequivocally normal visual function, in addition to psychiatric evaluation to discard the presence of factitious or simulation disorder for secondary gains, 8 as occurred in this case. Postoperative conversion disorder is an unusual event, but has a good prognosis when diagnosed and treated properly. It has been described after a wide variety of surgical procedures, both in adults and children. 20, 21 Although most often related to general anesthesia, it may also occur after regional anesthesia. 22 In this patient, it was an important differential diagnosis, because improvement only occurred with specific treatment for conversion syndrome. The diagnosis requires a high level of suspicion. Several simple tests can be applied to aid in the differentiation of visual loss due to organic or conversion causes. 18, 22 However, in this patient, the application of these clinical trials was waived by the psychiatry, as the history and overall clinical picture of the patient strongly indicated symptoms of conversion disorder.
Observational studies suggest as a first-line treatment of conversion disorders the patient's education regarding his diagnosis, always seeking to create a therapeutic alliance and adding a multidisciplinary team. 18, 23 In addition, cognitive behavioral therapy and motor physical therapy, the latter in the presence of motor deficit, can bring benefits such as second-line treatment when patient's clarification is insufficient. 24, 25 However, it is not unusual that there is resistance to these conservative measures in severe cases; in this situation, it is suggested as a third-line treatment the use of pharmacological agents. Antidepressants are most commonly used, although there are reports 26 on the effective use of other classes of drugs, such as antipsychotics, anticonvulsants, and sedatives. 27---29 Due to the severity of visual symptoms and refusal to adhere to cognitive behavioral therapy, in this case we chose the immediate start of drug combination with antipsychotic and antidepressant in low doses for immediate effect, and maintenance of antidepressant as mid-term therapy. 26---29 The total recovery of this patient is consistent with the majority of reports in which there was specific diagnosis and treatment for conversion syndrome.
Postoperative visual loss from conversion disorder after spinal surgery is a clinical case not yet reported. This case report intended to alert professionals involved in the perioperative period of this type of surgery for the possibility of such a rare occurrence. High level of suspicion and involvement of a multidisciplinary team (anesthesiology, neurology, ophthalmology, psychiatry, psychology, physiotherapy, and nursing) are key to early diagnosis and effective treatment of this type of disease, which generally have a good prognosis.
